Hypertrophic gastropathy (Menetrier's disease) is a clinical and pathological curiosity. It is often seen in association with a variety of other disease processes.
Introduction
In 1888, Menetrier described a group of patients with enlarged gastric rugae due to mucosal hypertrophy which involved part or whole of the stomach giving an appearance of cerebral convolutions. The enlarged rugal folds are not attributable to lymphoma, infiltrative carcinoma or non-neoplastic diseases such as syphilis, tuberculosis and sarcoidosis. It is this condition which has been termed Menetrier's disease or hypertrophic gastropathy (Scharschmidt, 1977) . The cause of the disease is unknown. It is rarely familial and has no regular association with other diseases, although an association with caustic ingestion and bile reflux has been described in some cases (Catanzaro, Weeks and Kafka, 1962 There was a 'J-shaped' mass in the stomach ( Fig. 1 ) composed of coiled black hair measuring 25 x 10 x 10 cm and weighing 1900 g. The body of the stomach close to the greater curvature showed multiple prominent rugal folds with well-circumscribed, circular nodules 2 cm in diameter (Fig. 2) .
Histologically, the nodular lesions showed elongated tortuous gastric pits with superficial gastritis, hyperplasia of mucosal cells, and cystically superficial gastritis, hyperplasia of mucosal cells, and cystically dilated glands with mucin in the lumen which penetrated into the submucosa. The muscularis mucosae separated the cystically dilated glands. There was moderate lymphomononuclear cell infiltration in the lamina propria. On the basis of these findings Menetrier's disease was diagnosed.
Another separate trichobezoar (5 x 2 5 cm) was found 5 cm proximal to ileo-caecal value (Fig. 1) . There was irregular ulceration in the ileal mucosa in the same location with a small perforation. The latter had resulted in serositis and purulent ascites.
Discussion
The aetiopathogenesis of Menetrier's disease, even after almost a century of its first description, remains uncertain. Various causative agents such as physical irritants, dietary factors, allergic reactions, bacteria and their toxins, neurogenic and congenital factors (Fieber, 1955) . Association of the disease with Zollinger-Ellison syndrome and multiple endocrine adenomata has been described, where the change in the gastric mucosa is attributed to stimulation from a gastrin secreting tumour or other neurogenic or hormonal influences (Kenney, Dockerty and Waugh, 1954) . Although the detailed pathogenesis is unknown, there appears to be a common. factor of some source of intense stimulation to the growth of the gastric mucosa. By detailed histological analysis, Butz (1960) postulated that the histological changes develop from disruption and loss of continuity of the muscularis mucosae combined with hyperplasia of epithelial cells. The pits undergo metaplasia to mucous secreting cells, become cystically dilated and herniate through the muscularis mucosae. Malignant transformation as well as spontaneous remission of Menetrier's disease has been described (Chisud, Hersh and Colcher, 1964; Schindler, 1965; Lesser, Falchuk and Singer, 1975) .
Trichobezoar causing the complications of nutritional oedema, gastric perforation and acute intestinal obstruction are well documented (Osmond and Price, 1951; Wine, 1957) . Intestinal trichobezoar causing obstruction is well known but perforation is rare (Malhotra and Manchanda, 1957) . Interestingly, our patient had the symptoms of gastric outlet obstruction complicated by perforation of the small intestine and peritonitis.
Gastric trichobezoar has also been described in association with multiple gastric polyps and malignant change in one of the polyps (Charache, Polayes and Behr, 1957) . However, a combination of trichobezoar and Menetrier's disease has so far not been described.
Although association between the two conditions in our case is perhaps coincidental, we suggest that Menetrier's-like change in the gastric mucosa can possibly occur due to a number of stimuli including the physical and chemical irritant actions of a trichobezoar.
